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A 25-year-old Caucasian woman had developed nephro-
calcinosis and renal failure at the age of 6 months. She was
diagnosed with primary hyperoxaluria type I by checking her
alanine glyoxylate aminotransferase enzyme activity, which
was 9.1% of the normal level, showing severe depletion.
The enzyme activity was measured by performing sodium
dodecyl sulfate-polyacrylamide gel electrophoresis/western
blot test on her liver biopsy specimen. She subsequently
underwent a one-haplotype-matched living related kidney
transplantation from her mother at the age of 2 years at the
University of Minnesota in 1985. She was maintained on a
high fluid intake, as well as on orthophosphate, pyridoxine,
and thiazide diuretic after transplant. She eventually devel-
oped progressive renal insufficiency and underwent diagnostic
renal transplant biopsy, which showed nephrocalcinosis with
calcium oxalate crystals. Her renal allograft failed in 2006
and she was started on hemodialysis therapy 5 days weekly
using high-flux membranes. She presented to our center
for consideration of combined liver–kidney transplantation
(CLKT) and had a normal liver function test before trans-
plantation. She received a successful CLKT from a deceased
donor in December 2007. In primary hyperoxaluria, massive
parenchymal oxalosis leads to calcium oxalate deposition
in many tissues, including the heart, blood vessels, joints,
bones, and retina. Our patient’s explant liver biopsy showed
a peculiar deposition of oxalate crystals in the hepatic artery
(data not shown) and liver parenchyma, as shown in Figure 1
(oxalate crystals in liver parenchyma obtained by using light
microscopy—original magnification  400) and Figure 2
(oxalate crystals in hepatic parenchyma obtained by using
polarization microscopy—original magnification  400), as
a sign of aggressive systemic oxalosis.
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Figure 1 |Oxalate crystal in hepatic parenchyma obtained by
using light microscopy; original magnification  400.
Figure 2 |Oxalate crystal in hepatic parenchyma obtained by
using polarization microscopy; original magnification  400.
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